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were signiﬁcantly different among three groups(Po0.05). The abnormal
rates of measures in normal nutrition group were 64% for DEI or DPI, Alb
27% with SGA, the corresponding ﬁgure with MNA were 28% (Po0.05) and
22% (P40.05). Only in severe malnutrition group, both in SGA and MNA,
the abnormal rates of all measures were above 80% for DEI or DPI and Alb,
except for Prealbumin. 2) There were no signiﬁcant differences between
the classes, irrespective of methods. The kappa test, was used to compare
the result of two methods, and the kappa value was 0.545 5(Po0.05).
3) Pearson correlation coefﬁcients between the SGA and serum albumin
concentration (r¼0.347) nPNA (r¼0.329)and months on CAPD(r¼0.360)
were all signiﬁcant whereas the MNA had signiﬁcant correlation with
serum albumin concentration (r¼0.362)nPNA(r¼0.394), months on
CAPD(r¼0.335) and RRF(r¼0.576).
http://dx.doi.org/10.1016/j.krcp.2012.04.569246
PRIMARY HYPERALDOSTERONISM AS A RISK FACTOR FOR
RECURRENT NEPHROLITHIASIS
Ekamol Tantisattamo, Thomas B. Francis
Department of Medicine, University of Hawaii, Honolulu, Hawaii
Primary hyperaldosteronism typically presents as hypertension,
hypokalemia, and metabolic alkalosis. Several previous reports note an
association between primary hyperaldosteronism and nephrolithiasis with
secondary hyperparathyroidism. We report a case of a previously
normotensive, normocalcemic, normokalemic young man with initial CT
imaging of nephrolithiasis showing no adrenal abnormalities. Three years
later, he presented with severe hypertension, hypokalemia, and an adrenal
adenoma with incidental ﬁndings of recurrent nephrolithiasis. Literature
review of hyperaldosteronism complicating nephrolithiasis and possible
etiologic mechanisms are reviewed.
A 25 year-old man with a history of ureteral calculi 3 years ago presented
with gastroenteritis for over 24 hours. Initial evaluation included a BP of 194/
140mmHg, potassium of 2.2 mmol/l, bicarbonate of 40 mmol/l, and ionized
calcium of 0.95 mmol/l. All electrolytes 3 years prior were normal. Plasma
aldosterone concentration to plasma renin activity ratio was 21.1 with
aldosterone of 4 ng/dl and renin of 0.19 ng/ ml/ hr. CT scan showed a new 3 cm
left adrenal mass not seen on prior CT with multiple new left renal stones.
Follow up aldosterone after correction of hypokalemia, spironolactone, and
amiloride was 104 ng/dl. Laparoscopic adrenalectomy pathologically conﬁrmed
an adrenal adenoma. Postoperative labs showed relative hypoaldosteronemia
albeit with persisting but much improved hypertension.
Hyperaldosteronism can cause hypercalciuria, phosphaturia, and
hypocitraturia, all of which are risk factors for nephrolithiasis. Additionally,
hyperaldosteronism and deoxycorticosterone mediated hypertension have
been associated with hypocalcemia and secondary hyperparathyroidism. Our
case augments earlier literature suggesting increased risk for nephrolithiasis in
patients with hyperaldosteronism and suggests that hyperaldosteronism
should be considered as a risk factor for patient with nephrolithiasis. It remains
unclear if both primary and secondary hyperaldosteronism increase the relative
risk for nephrolithiasis and the role of aldosterone receptor antagonist therapy
for recurrent nephrolithiasis associated with hyperaldosteronism.
http://dx.doi.org/10.1016/j.krcp.2012.04.570247
ELECTROLYTE-FREE WATER CLEARANCE: A CLINICAL UTILITY IN
MANAGING OSMOTIC UREA DIURESIS-ASSOCIATED POLYURIA IN TUBE
FEEDING SYNDROME
Ekamol Tantisattamo, Jason Dinh
Department of Medicine, University of Hawaii, Honolulu, Hawaii
Hypernatremia is a common problem in critically ill patients. Part of the
reason for the inadequate treatment of hypernatremia may be that we tend
to replace only the free water deﬁcit (FWD) and neglect replacing ongoing
losses of free water. In most cases, ongoing losses of free water occur in the
urine, the quantity of which can be easily calculated using the electrolyte
free water clearance (EFWC). We report a case of man presenting with tube
feeding syndrome (TFS) and hyperglycemic hyperosmolar nonketotic
syndrome (HHNS). He developed life-threatening hypernatremia from an
osmotic urea diuresis that was appropriately treated by replacing both the
FWD as well as ongoing free water losses calculated from the EFWC.
A 37 year-old man in a persistent vegetative state from a left thalamichemorrhage status post ventriculostomy and PEG tube placement was
admitted with sepsis and HHNS. He was receiving large amounts of Jevity
1.2. He had acute kidney injury due to severe volume depletion from an
osmotic urea diuresis. BUN was 200 mg/dL, sodium was 165 mEq/L,
glucose was 635 mg/dL, and serum osmolality was 449 mOsm/kg. To
prevent the development of cerebral edema from overly rapid correction of
hyperosmolality, he was started on an insulin drip and hypernatremia was
allowed to persist until the hyperglycemia was fully normalized. This was
followed by correcting the hypernatremia over 3 days. He was urinating up
to about 4 L/day of mostly electrolyte free water. Using the FWD to arrive
at the rate of free water administration, he would only have received 2 L of
free water per day and hypernatremia would have persisted. Instead, he
required about 4.5 L/day of free water as calculated by the FWD and EFWC
together, and his hypernatremia resolved as expected.
Our patient presented with a triad of TFS including hypernatremia,
dehydration, and azotemia. Rapidly increased ﬂuid loss from sepsis and
HHNS initially caused severe hypernatremia. Only by using the
combination of FWD and EFWC calculations could we have arrived at the
appropriate rate of free water administration.
http://dx.doi.org/10.1016/j.krcp.2012.04.571248
IATROGENIC PERSISTENT HYPOPHOSPHATEMIA IN A SIMULTANEOUS
LIVER-KIDNEY TRANSPLANT RECIPIENT
Ekamol Tantisattamo, Satyanarayana Chekuri
Department of Medicine, University of Hawaii, Honolulu, Hawaii
Hypophosphatemia from renal phosphate wasting during the immediate
postoperative kidney transplant period is common and improves with
supplementation. We report a case of hypophosphatemia secondary to
small bowel bypass surgery and over the counter antacid use in a patient
with stage 4 chronic kidney disease (CKD) many years after simultaneous
liver-kidney transplant (SLKT).
A 43-year-old man with a history of alcoholic end-stage liver disease and
hepatorenal syndrome status post SLKT 5 years prior presented with
recurrent small bowel obstruction which persisted despite conservative
treatment. Following exploratory laparotomy, he had a jejunal bypass
surgery due to the intra-operative ﬁnding of jejunum adherent to a single
mass. Due to the friability of the tissue, lysis of the adhesions was felt to be
unsafe. Postoperatively, he developed hypophosphatemia and severe
malnutrition due to short bowel syndrome. He required total parenteral
nutrition which led to improvement in serum phosphorus. However,
hypophosphatemia recurred and the lowest level of 1.1 mg/dl occurred
during the transition from parenteral nutrition to partial enteral nutrition.
On review of medication, he had been taking over the counter antacids for
‘‘indigestion’’. Serum calcium was low normal and intact parathyroid
hormone was within normal range. The patient also had vitamin D
deﬁciency with a total 25-OH vitamin D of 23 ng/ml. The serum
phosphorus improved after stopping antacids but remained persistently
low normal despite oral supplementation, and he continues to require
intermittent intravenous phosphate supplementation.
Although hyperphosphatemia is common in CKD, hypophosphatemia
can occur from overzealous dietary restrictions and use of phosphate
binders. Aluminum hydroxide is a potent phosphate binder commonly
found in over the counter antacids. Ongoing review of medications (both
prescription and over the counter) is important to prevent
hypophosphatemia. In addition, intestinal bypass, especially jejunal
bypass, contributes to hypophosphatemia, and our case underscores the
importance of the jejunum in phosphate absorption.
http://dx.doi.org/10.1016/j.krcp.2012.04.572249
LIFE-THREATENING HYPERNATREMIA IN A CASE OF DIABETES
INSIPIDUS/PANHYPOPITUITARISM
Ekamol Tantisattamo, Thomas B. Francis
Department of Medicine, University of Hawaii, Honolulu, Hawaii
Management of diabetes insipidus (DI) accompanied by
panhypopituitarism requires understanding of the relationships between
ADH and thyroid/glucocorticoid tone. Low thyroid/glucocorticoid tone
decreases free water clearance which protects against DI and may lead to
hyponatremia while high thyroid/glucocorticoid tone may unmask DI and
facilitate hypernatremia.
